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arterio-capillary walls and so in amounts greater than normal, while
the return at the venous end is relatively diminished; thus fluid
accumulates and (odema results. Accordingly the specific gravity
of the transudate is very low (often below 1-005), being little more
than a saline filtrate of the plasma containing only traces of protein.
There is therefore no evidence that increased permeability of capillary
walls is in any way concerned. In contrast to acute nephritis, there
is in the hydroemic form no rise of blood pressure ; possibly this may
be attributable in part to the ease with which surplus fluid escapes
into the tissues in the chronic disease because the necessary excess
of filtration pressure is realised owing to the fall in the colloid osmotic
pressure of the plasma. In acute glomerulo-nephritis, on the other
hand, where the plasma proteins are normal, the necessary difference
is achieved by a rise in the filtration pressure through hypertension
(Shaw Dunn). In our opinion the fall in plasma proteins has not the
primary significance attributed to it on the ' pre-ronal deviation of
water ' hypothesis in which it was supposed that the escape of fluid
into the tissues left the kidneys with insufficient water to excrete.
In hydrsemic nephritis the continued daily excretion of a normal
amount of urea and the failure of the blood urea to rise plainly indicate
that the kidneys must be perfused by approximately the normal
volume of blood with production of about the normal volume of initial
filtrate, which, however, is ultimately overabsorbed with consequent
fluid retention. The precise mode of production of this quantitative
error is not yet elucidated.
Experimentally, reduction in the plasma proteins in dogs can be
brought about by repeated bleedings, the red corpuscles being separated
from the plasma, suspended in saline and returned to the circulation.
When this procedure is continued over some weeks a marked fall in
the blood proteins results, but oedema appears only if the animals
receive a large amount of physiological saline by the mouth in addition
to that used to resuspend the returned red cells. Since even normal
subjects can be made oedomatous by taking per os excessive quantities
of water and salt (Baird and Haldane) it does not seem to us that
those plasmapheresis experiments on dogs uphold the primary impor-
tance of plasma protein deficiency, as lias been so widely accepted.
The oedema of acute nephritis, acute renal cedema, presents certain
quantitative differences from chronic renal oedema but is probably
also fundamentally due to failure to excrete enough water. The acute
form is of less severity and is less persistent, the fall in the blood
proteins is slight and largely attributable to haemodilution, as the blood
volume is somewhat raised ; the specific gravity of the transudate is
also higher, the amount of protein being several times that in the
chronic type. This is to be expected, as the less the amount of fluid,
the less It is likely to differ from normal tissue fluid in its protein
concentration. Even so, the actual amount of protein is quite small,
'averaging less than 0-5 per cent, (Stead), i,e> it is not notably higher